From the end of the year 1947 to the early summer of 1948, a diarrheal disease of infectious nature prevailed in Japan.
The disease appeared fairly abruptly and when it was recognized as a serious public health problem, it had already been spread almost all over Japan.
It stimulated research workers as well as public health officers as a hitherto unknown disease entity. Human volunteer experiments conducted by some Japanese workers ( Koj ima et al., 1948; Yamamoto et al., 1948) revealed that the etiological agent of the disease was filtrable.
The disease was called infectious diarrhea by Koj ima et al. (1948) .
It was reported by Gordon, Ingraham and Korns (1947) that a diarrheal disease whose clinical features seemed to be almost the same as those of the disease in Japan, draw attention frequently in the form of institutional outbreaks, but sometimes attacked families in localized areas mostly in 1946 and 1947 (see also Ingalls and Britten, 1951 Britten, Rubenstein, Raskin and Strassmann, 1951; Smillie, Howitt and Denison, 1948) .
The disease was at first named epidemic gastroenteritis by Gordon, Ingraham and Korns, but later afebrile infectious nonbacterial gastroenteritis in order to distinguish from the other form of diarrheal disorder, namely febrile infectious nonbacterial gastroenteritis (cordon, 1954; Jordan, Gordon and Dorrance, 1953; Gordon, Meneely, Currie and Chicoine, 1953) .
The afebrile infectious nonbacterial gastroenteritis seems to be still continuing to occur from time to time in several places in the United States, according to Gordon (1954) and Gordon, Ingraham, Korns and Trussell (1949) .
The situation appears to be the same for the infectious diarrhea in Japan, because it is reported that several localized occurrences of this disease were found each year thereafter (Fukumi, Ishimaru and Yamaguchi, 1948; Ishimaru, 1950; Kojima, Fukumi and Ishimaru, 1953) , some of which were identified as such by human volunteer experiments (Fukumi, 1955; Hirayama, Fukumi, Nakaya, Kusano, Aoyama, Kagawa, Noguchi and Murate, 1955; Ishimaru, Koike, Amamiya, Hagihara, Fukumi and Nakaya, 1955) .
There is no positive evidence of the existence of this disease in Japan before or during the Second World War, and from several epidemiological points of view, it may be reasonable to consider that the infectious diarrhea in Japan and the of ebrile infectious nonbacterial gastroenteritis in the United States are an identical disease and that its occurrence in Japan had some connections with the epidemics in the United States.
In order to take the hypothesis just mentioned into consideration, it is, however, necessary-to compare both the diseases not only from clinical but also from etiological viewpoint for identification.
In our previous report (Koj ima et al., 1948) The present paper is devoted to the description of our experimental results using human volunteers in order to solve the problem just mentioned above.
EXPERIMENTAL MATERIALS AND METHODS

The Strains of Virus Employed
Niigata strain: This is derived from a pool of stools of several patients suffering from infectious diarrhea in Niigata Prefecture, Japan, in April 1948. It has been subjected to a number of passages in human volunteers (see Kojima et al., 1948; Fukumi, 1952 As it is known to us that human beings only are susceptible to the etiologic agents of both the diseases, human volunteers had to be subjected to cross infection experiments.
In the present experiments they were available among medical students in the Nippon Medical School, being about 20-25 years of age.
Method for Feeding o f Viral Materials
Human volunteers were fed with viral material through duodenal canules before the breakfast.
EXPERIMENTAL RESULTS
Feeding Experiments with Mary Strain Feeding experiments
with Marcy strain were carried out in the Nippon
Medical School Hospital and in the Komagome Hospital for Infectious Diseases as follows :
a) Experiments in the Nippon Medical School Hospital: Three volunteers were fed with 10 cc of Marcy strain suspension through duodenal canules early in the morning when their stomachs were empty (in August 1954).
All of the volunteers fed experienced increased gas at least a day after feeding and complained of anorexia, weakness, abdominal tenderness, borborygmus and so forth several hours before diarrhea.
They felt heavy abdominal tenderness and then had profuse, watery stools containing indigested food debris and foams with gas.
The most prominent clinical features were thirst, nausea, vomiting, abdominal tenderness, borborygmus, slight pain in umbilical area and so forth. Tenesmus, if present, was extremely slight, so that the patients could control the defecation as they would. The severity of the disease should, therefore, be better evaluated by the quantity of excretion rather than by the frequency of defecation.
Body temperature rose more or less but reached not so high levels in general. Haematological findings :Haemoglobin value, red cell counts, hematocrit value, specific gravidity of whole blood or serum, etc. indicated a state of concentrated blood during diarrhea period, which, however, shifted to a state of hydrated blood after cessation of diarrhea.
There seemed to be nothing special to note about urinary findings, liver function tests, pancreas function tests, kidney function tests, and findings of circulatory and respiratory systems. The main clinical features and findings about the three volunteers who were fed with Marcy strain are summarized in Figs. 1 a, 1 b, and 1 . Stools were quite watery with somewhat greyish yellow-brown color and so profuse that it was measured more than total 3,000 g a day in two cases among them , and furthermore it contained abundant indigested food material .
The most remarkable symptom other than diarrhea was borborygmus , while nausea was complained of by two of them, and only one showed vomiting . Abdominal pain was mostly restricted to epigastrial, ileocecal or periumbilical portion.
Tenesmus was not complained of. These symptoms lasted for 3-5 days after the onset in all the cases. Dehydration due to profuse diarrhea was so remarkably evidenced by the concentrated state of their blood shown in Figs . 2 a, 2 b, and 2 c. The volunteers recovered almost fully from their illness one week after the onset , but their body weight was still 1.5, 2.0 or 3.2 kg less than the previous one .
In summary, the clinical feature of the disease produced by the Marcy strain is not distinguishable from that of the infectious diarrhea of Japan .
Cross Infection Experiments between Niigata Strain and Marcy Strain
The volunteers who had been fed with Marcy strain at I(omagome Hospital on August 4th, 1954, were subjected to cross infection experiments later on 16th of October, 1954, namely approximately two months after the first feeding . As controls, two new volunteers were fed at the same time with Niigata strain . As before, 10 cc of 10 times diluted stool filtrate infected with Niigata strain was administered through duodenal canules in the early morning when their stomachs were empty.
The experiments were carried out at the Nippon Medical School Hospital. However, the remaining three who had been subjected to Marcy strain infection two months before, contracted no illness following feeding of Niigata strain.
They claimed that they experienced indeed more or less abdominal tenderness and showed increased gas for one to four days just from the next day, to administration of infected stool filtrate , but otherwise behaved quite normally and had no diarrhea (Figs. 4 a, 4 b, and 4 c;).
In short, cross-infection experiments show clearly that those who had recovered from Marcy infection previously, were not attacked by Niigata infection . 
DISCUSSION
